lipid droplets.
tested with ␣-LSD2-specific antiserum show gradually increased levels of UAS-Lsd2 transgene-dependent LSD2 activity in the fat body, and these increased levels result in increasingly severe obesity phenotypes ( Figure  4A ). Flies moderately overexpressing LSD2 elevate organismal TAG storage by 28% (FB-Gal4; lane 7), whereas strong Lsd2 overexpression causes a TAG storage increase by 48.5% (Adh-Gal4; lane 8) compared to control individuals bearing the noninduced UAS-Lsd2 transgene (lane 6). These data demonstrate that modulation of LSD2 levels is sufficient to adjust TAG storage in ad libitum fed flies. The obese FB-Gal4:UAS-Lsd2 flies are more starvation resistant than control flies, whereas the lean Lsd2 40 mutant flies are starvation sensitive (Figure 4B) . Starvation resistance of Lsd2-overexpressing flies is accompanied by a delayed but complete premortal depletion of the TAG stores (data not shown). Collectively, these results indicate that Lsd2 activity can adjust TAG storage at an organismal level at times when food is accessible to ensure extended survival when food supply is limiting.
Our results provide evidence that Lsd2 of Drosophila is an essential component of the genetic circuitry that controls energy homeostasis at the level of fat storage. 
